Introduction
Electrocardiographic (ECG) changes in subarachnoid hemorrhage (SAH) commonly reflect ischemic heart disease and might present with ST segment deviations and T wave inversion [1] [2] [3] . Administration of antithrombotic and anticoagulation that is therapeutic in acute myocardial infarction (AMI) may have catastrophic consequences in patient with intracranial hemorrhage. While administration of thrombolytic in SAH patients can lead to worsening bleeding and rapid deterioration leading to death. Delay in life-saving neurosurgery in such patients may prove detrimental [1] .
Case Report
A 70-year-old female presented with a reduced level of consciousness. She was brought by her family and there was no eyewitness to the syncopal event. She was found lying on the floor before being brought to the Emergency Department. There was no previous medical history of syncope, hypertension, diabetes mellitus, dyslipidemia, stroke, cardiac, or renal disease. There was no family history of sudden cardiac death. Pulse (-), ECG monitor showed ventricular fibrillation. Defibrillation followed by CPR and injection of epinephrine was done. Return of spontaneous circulation (ROSC) achieved, blood pressure was 100/70, heart rate was 140×/min, GCS E 1 M 1 V 1 and patient was intubated. PR depression in I, II, III, and aVF (initially confused as ST segment elevation) with ST depression in V [1] [2] [3] [4] ( Fig. 1) . BP dropped to 52/23 mmHg. She was initially diagnosed as inferior ST segment elevation myocardial infarction (STEMI). The fluid, dobutamine, and norepinephrine were given; patient blood pressure rised to 120/80 and dose was maintained (dobutamine 20 mcg/kg/h and norepinephrine 1 mcg/kg/min. Due to meager GCS score, it was decided to perform CT scan before giving her antithrombotic medications. On physical examination, there are no signs of head injury. CT scan showed a grade V SAH, no significant subgaleal hematoma, or skull fracture noted that indicates significant mechanical trauma to the head (Fig. 2) . Nimodipine 2.1 mL/h, tranexamic acid 4 × 1 g, citicoline 2 × 500 mg, and simvastatin 1 × 20 mg were administered. Laboratory exam: within normal limit except for elevated troponin I level is 0.46 (reference 0.0-0.01). She has then transferred to ICU the next day; PR depression and ST segment deviation subsided without the development of pathological Q waves (Fig. 3) . Two days later, the patient had irregular respirations and ECG monitor showed bradycardia. The patient later experienced apnea and passed away. 
Discussion
The patient initially presented with ventricular fibrillation (VF), and after resuscitation, ECG changes are PR depression (confused with ST segment elevation) in inferior leads with ST depression in V 1 -V 4 consistent of the acute coronary syndrome (ACS) or myopericarditis. The cardiac arrest followed by ECG indicating myocardial ischemia/ infarction initially convinced us of cardiac origin (STEMI). Cardiac manifestations of SAH can range from mild ECG variability, reversible left ventricular dysfunction, non-ST elevation myocardial infarction, ST-elevation myocardial infarction, or even cardiac arrest [4] . Subarachnoid hemorrhage caused systemic catecholamine Bstorm^driven by the central neuroendocrine axis which increases sympathetic outflow massively, activates the adrenal gland, and increases catecholamine release from nerve endings leading to VF, and causing ECG abnormalities in this patient [5] . ECG changes after return of spontaneous circulation in this patient may also be caused by VF [6] . Subarachnoid hemorrhage also caused severe coronary vasoconstriction followed by subendocardial ischemia and direct damage to the myocardium which may lead to myocardial infarction [5, 7, 8] . These damages along with non-perfusion during VF and defibrillation lead to an elevated troponin in this patient. In patients with myocardial infarction and poor GCS, other causes especially neurological should be explored. Co-existing myocardial and neurological damage may have occurred.
CT scan in this patient showed grade V SAH. Patient with SAH may also have elevated troponin and correlated to higher mortality although the studies did not account for patient post-defibrillation due to cardiac arrest [4, 9] .
Treatments of AMI and SAH are contradictory, meaning that administration of antithrombotic, anticoagulant, or thrombolysis may be catastrophic. Performing coronary angiography in this patient may also do more harm than good since the need for anticoagulants. Fortunately, we do not administer those medications in a hurry, opted to stabilize the patient first, and looked for neurological deficits. There was slight ST depression in lead V 4-5 ; however, PR depression and ST segment deviation subsided without the development of pathological Q waves, which indicates that the ischemia is possibly transient due to catecholamine storm rather than occlusion of the coronary artery. Another possibility that this is a manifestation of neurological origin (SAH to VF) rather than cardiac origin (VF to head injury to SAH) is that there were no cardiovascular risk factors in this patient, no previous history of syncope or family history of sudden cardiac death, and no indication of severe head trauma that is capable of causing grade V SAH in a couple of minutes/hours from physical examination and CT scan. This might be clearer if there was an eyewitness to the syncopal event. Increased intracranial pressure due to SAH is postulated to be the cause of apnea and death in this patient.
Conclusion
SAH can cause cardiac arrest and sometimes the ECG changes may mimic that of the acute coronary syndrome. CT scan should be considered to exclude intracranial pathologies in a comatose patient after cardiac arrest with myocardial infarction. 
